Proceedings of the Royal Society of Medicine 20 showed that the ventricles filled readily. They were not definitely pathological, though they were slightly enlarged. The decompression does not bulge. There is no evidence therefore that the patient has chronic hydrocephalus. The surgeon could see no abnormality on the cortex. In published accounts of autopsies on such cases, though the cysts are in the pia, they are more common in the fissures, and that is perhaps the reason why nothing abnormal was noticed on the surface.
Discus8ion.-The PRESIDENT asked Dr. Denny-Brown what he regarded as the pathogenesis of the epilepsy seen in association with cerebral cysticercosis.
Dr. DENNY-BROWN (in reply) said the condition was, pathologically, accompanied by a good deal of meningeal fibrosis, and cortical gliosis; he thought one might reasonably blame the gliosis for the epilepsy. In June 1928, he had the first fit which began with severe convulsive movements of the abdominal muscles, and this was followed by movements of the right arm before loss of consciousness. During December 1928, he had six major fits within a period of forty-eight hours. During spring 1931, he had the third major fit.
Since then he has been subject to sensory and local motor fits. The following sensory fits usually occur without any motor disturbances: "Feeling like electricity in the right thumb "; " burning pain in left thumb and forefinger "; ' numbness in left big toe ; "flashes of orange light " in left visual field. Local convulsions have always been confined to the right side of body and have occurred in the hand, face and legs, and have been frequently associated with temporary loss of speech. Two other soldiers in the same regiment contracted tape-worm infection, and subsequently had epileptic seizures.
On examination no superficial cysts can be palpated. Central nervous system: No abdominal physical signs. Skiagrams: Numerous calcified cysts can be seen in skull and muscles.
Discu8sion.-Dr. MACDONALD CRITCHLEY said that for some time he had been interested in this condition, and last year, through the kindness of Colonel MacArthur, he saw a number of instances of it at the Millbank Medical College. This disorder was now being recognized as a common cause of epilepsy in a certain type of person in this country, and in March last Colonel MacArthur collected 22 cases; by last December the number totalled 60. The subjects were young adults, without any family history of epilepsy; they had all been soldiers and had served in India, and in almost all of them the first attack came after they had arrived at their 21st year. In very few of the cases was there to be derived a positive history of infection with tinea.
The diagnosis was made by one of four criteria: palpation of subcutaneous nodules of calcified cysts; skiagraphic demonstration of them in the muscles or in the skull; the presence of eosinophils in the spinal fluid, not a common finding; and fourthly, a positive complement-fixation test.
The PRESIDENT said that there must have been hundreds of thousands of soldiers in India long before the last few years, and he wondered whether this condition had only recently been recognized, or whether there was some brand of cysticercosis which had only made itself evident of late.
Dr. MACDONALD CRITCHLEY said that cysticercosis had long been known as a cause of eDilepsy, but recently the Millbank authorities had been sending for soldiers who were invalided out of the Army because of epilepsy, and were finding that a large proportion of them had cysticercosis.
Dr. RUSSELL BRAIN said that one feature about these two cases was the variability in the character of the attacks, and he asked whether that feature had any diagnostic value. These patients had attacks of focal onset, but shifting as to site from time to time. On one occasion an attack would begin in the right hand, then one would start in the left hand, and one had tonic fits. At another time an attack began with spasm of the left hand, and his last patient had focal attacks, suggesting a focal lesion in one leg area, beginning on the same side, then, after a few months, an attack began in the opposite leg. That behaviour was to be expected because of the multiple lesions. No nystagmus, no strabismus. Weakness of right side of face, no weakness of palate or tongue, and no tremor. Some loss of tone, with cerebellar inco-ordination in the right arm and leg, both plantar responses extensor. Right ankle-jerk brisker than left. No sensory loss. Blood Wassermann reaction i. 2Etiology has remained uncertain.
